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Clonal hematopoiesis of indeterminate potential (CHIP) is an
age-related pre-clinical condition, defined by the presence of
driver somatic mutations in leukemia-associated genes

occurring in hematopoietic stem cells. It is associated with an o | aimnd
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PERSPECTIVES

[ 1) Identification of the 24 independant genetic blocks from the 124 individual CHIP lead SNPs. J [ 3) Overview of the molecular pathways underlying CHIP. J
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* 9 protein clusters with significatively enriched annotations :
* Regulation of cell cycle, regulation of telomere
maintenance (TP53, TERT, ATM...)
* Proteins implicated in the innate and adaptive immune

Although associations with diverse phenotypes have been i | Al | system (HLA class | and I, NK cells...

SN | * Defensins (probable spurious pleiotropy)

reported from epidemiological and mendelian randomization . PO O . 1) - |  Synapse-associated cluster

' #35' ikt o b ¢2 4 | * Proteins implicated in lipid metabolism
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